Study objective-The aim was to investigate predictors of childhood lower respiratory tract illness in two generations, and predictors of adult lower respiratory disorders in the first generation.
Subjects-Subjects were a sample of 5362 single, legitimate births taken from all those occurring in England, Wales, and Scotland in one week in 1946, and studied regularly from birth to age 43 years. Data on the subjects' parents and on their 1676 first offspring born while they were aged [19] [20] [21] [22] [23] [24] [25] years were also collected.
Main results-Lower respiratory tract illness before 2 years fell from 25% in the population born in 1946 to 13% in their first born offspring. In those born in 1946, poor home environment, parental bronchitis, and atmospheric pollution were the best predictors of lower respiratory illness before 2 years, and these three factors and childhood lower respiratory illness and later smoking were the best predictors of adult lower respiratory tract problems. Risk factors for lower respiratory illness in the offspring were manual social class, parental and grandparental lower respiratory disease, and parental smoking.
Conclusions-Risks for adult lower respiratory problems accumulated in childhood through illness, poor social circumstances, and atmospheric pollution.
Smoking exacerbated early life risks and was an independent risk factor. In the offspring generation, parental smoking was a risk factor for early life chest illness, together with parental illness and low social class. Reduction of prevalence in the offspring generation was probably accounted for by improvement in home circumstances, reduced atmospheric pollution, and lower rates of parental lower respiratory illness, but current rates of smoking seem likely to prevent much further reduction in early life lower respiratory illness, and thus in this aspect of risk for subsequent adult lower respiratory problems. The accumulation of risk in childhood and adolescence for later adult problems implies a long time scale for the reduction of adult lower respiratory disorders.
Since Reid and others drew attention to the presumptive link between childhood lower respiratory tract illness and later adult chronic bronchitis1-3 many studies have shown the association of early life lower respiratory illness with later increased risk of lower respiratory problems in childhood,>7 in adolescence or young adult life,"' and in older adults.' [1] [2] [3] [4] [5] [6] [7] [8] [9] [10] [11] [12] [13] [14] Migrant studies offer some confirmation of the childhood risks. '5 Evidence for the risk of lower respiratory illness during childhood from poor social and home circumstances,16-19 parental smoking, 20-22 and exposure to high levels of atmospheric smoke pollution7-9 17 23 iS strong. Adult bronchitis has been predicted both by childhood lower respiratory illness and by cigarette smoking. ' 51-0% 0% PEFR = peak expiratory flow rate *Lowest quartile of height and sex adjusted PEFR compared with the other three quartiles these 1654 children also had asthma. In addition a further 22 children (1 .3o%) were reported to have had asthma by two years, apparently a considerable increase in the prevalence of asthma, but a difference subject to difficulties of interpretation.29 30 The total prevalence ofthese four conditions by two years was 13 6%.
There were no significant differences either in rates of contact between those who had had early life lower respiratory illness and those who had not, or between those from non-manual and manual class families of origin, suggesting that reduction in the prevalence of lower respiratory illness among the offspring was not due to reduced follow up of certain groups.
Although the proportion of children in manual class families was much smaller in the offspring generation they were still at greater risk of lower respiratory illness (17 1 %) than their age peers in non-manual families (11 6%) (p<0 01).
Children of parents who had had lower respiratory illness were themselves at greater risk than others of lower respiratory illness before two years (p < 001), and also had increased risk of early childhood lower respiratory illness if both parents and grandparents had experienced such illness (p < 0 01) (analyses not shown). There were no associations between housing circumstances, home ownership, mothers' education, or intergenerational rise in social class and lower respiratory illness in the offspring generation.
The risk of lower respiratory illness by age two years among offspring was greatest in those whose study member parent had experienced early childhood lower respiratory illness and had been a smoker (16% of offspring had lower respiratory illness), and less among those whose parents had experienced early life lower respiratory illness but not been smokers (13%), or had been smokers but had not had early life lower respiratory illness (10%). The risk was least in those whose parents had not experienced lower respiratory illness in childhood and who had never smoked (8% In childhood the combination of poor home circumstances, atmospheric pollution, and parental chest illness presented a significantly increased risk to child respiratory health: a quarter of children in this study had lower respiratory illness by age two years. The independent effect of poor home circumstances in childhood may be partly attributable to poor nutrition which is likely in such households, particularly in the period when the study population was aged under two years ).
In such circumstances breast feeding may offer protection against chest illness.'6 Poor home circumstances may have been associated with delay in seeking medical care in these years before the National Health Service began in 1948, and may also have been associated with a greater risk of infection and its exacerbation by damp, cold, and unhygienic surroundings, the extremes of which were considerably greater than today.3'
The influence of parental lower respiratory illness as a risk factor of childhood lower respiratory tract disease may be explained by cross infection, by family predisposition to lower respiratory disease,32 and to some extent by smoking. Although there is no information in this study on smoking habits of study members' parents, the first two years of the study members' lives (1946-48) were a time of high smoking rates,33 and the evident importance of parental smoking as a risk factor for lower respiratory illness in children has been shown in other studies,20-22 and in this study was a significant risk factor among the offspring of cohort members.
In adult life the experience of lower respiratory illness before two years, and the risk factors associated with it, particularly poor social circumstances, were independent sources ofrisk for adult lower respiratory problems and poor PEFR. The fact that poor social circumstances in early life were an independent source of risk for adult lower respiratory problems suggests that some aspect of development may be implicated. Smoking during adolescence and adulthood was a further independent risk factor.
By the time first children were born to study members, better home environment and nutrition had improved child health, as shown, for example, by the secular trend in height gain,34 and by the reduction of almost a half in prevalence of lower respiratory disease between birth and age two years. In the offspring generation, however, children from manual social class families were again at greater risk of lower 
